. Antimyosin staining readily distinguished between fibroblasts and myocytes in the myocyte cultures (Fig. 1C) and confirmed that we could distinguish the two cell types by morphology alone. By these assessments, myocyte cultures were contaminated with 5 to 20% fibroblasts, consistent with levels reported by others who quantitated levels of fibroblast contamination (3, 5, 7, 13 (Fig. 2) .
There was no obvious cell death in any of the infected myocyte cultures at 2 days postinfection ( Fig. 2A) . At 3 and 4 days postinfection of myocyte cultures, cell death was greatest for 8B infections, present to a lesser extent in TlL infections, and inapparent in T3D infections. Since these cultures contained only 5 to 20% fibroblasts, the cell death observed in 8B-and TlL-infected myocyte cultures reflected predominantly myocyte cell death. Thus, these three viruses exhibited a relative cytopathogenicity to cardiac myocytes that paralleled their potential to induce gross myocarditis in neonatal NIH/Sw mice.
In contrast to the myocyte cultures, there was significant cell death in infected fibroblast cultures at 2 days postinfection (Fig. 2B) ; indeed, most cells were dead by 3 days postinfection. T3D and TlL were similarly cytopathogenic to fibroblast cultures at 1, 2, and 3 days postinfection, while 8B was more cytopathogenic. The observation that 8B left none of the fibroblasts viable but left 50 to 60% of the myocytes viable is consistent with our immunocytochemical observations that reoviruses can infect essentially all of the fibroblasts but only a maximum of 50% of the myocytes (1) .
To Fig. 2A) . As a group, the viruses were more cytopathogenic to fibroblasts than to myocytes (as were 8B, TlL, and T3D; Fig. 2 ). These same reassortant viruses were injected intramuscularly into neonatal NIH/Sw mice at a high dose (4 x 106 to 4 x 107 PFU), and the hearts were subsequently scored for the presence or absence of gross myocarditis (at death or at 2 weeks postinjection, as in reference 16). These data were analyzed by the Kruskal-Wallis test (Table 1) . CPE in infected myocyte cultures, but not in infected fibroblast cultures, was significantly associated with induction of gross myocarditis (P values of 0.003 and 0.088, respectively).
Although, in general, the potential to induce CPE in myocytes was correlated with the potential to induce gross myocarditis (statistically significant; Table 1 ), several viruses displayed behaviors that segregated these two phenotypes. Notably, EW100 was poorly cytopathogenic to myocytes yet induced gross myocarditis, while EW43 was highly cytopathogenic to myocytes yet failed to induce gross myocarditis ( Table 1) . Induction of CPE in myocytes is therefore not the only determinant of induction of myocarditis.
The data provide two important conclusions. First, it is apparent that cell type (i.e., cardiac myocyte versus fibroblast) determines the cytopathogenicity of a given virus (Fig. 
